Sir,
Familial mirror movement (MM) is a rare condition and refers to involuntary movements that occur in homologous contralateral muscles during their voluntary (active) movement and are often observed in the upper extremities but rarely in lower extremities.
The case study in question is a large Persian-speaking family from the Isfahan province in the Southeast of Iran with MMs over five generations. In addition, the heredity pattern of the family was delineated and four cases in the family under study were selected and are presented in Table 1 .
To date, this is the only largest family group with MMs that has been reported. Neurological and psychiatric examinations and brain and cervical MRI were normal in the study group; and MMs were determined by electromyography. Another thirteen cases were studied on the basis of their medical histories.
Their family tree was drawn by asking the eldest member of the family regarding the interfamily relationships [ Figure 1 ].
The execution of strictly unilateral motor tasks requires restriction of motor output activity in the M1 contralateral to the voluntary movement. [1] MMs are an interesting but often overlooked neurological soft sign. Persistence of MMs in adult life without any other neurological or behavioral problem as a familial event was noticed by Rasmaussen in 1993. Congenital MM in association with nonfluctuant palpebral ptosis and nocturnal enuresis have been described recently by Ruggieri et al., in 1999 . [2] The study carried out by the researchers reports and investigates the largest family group to date with MMs over five generations with 17 affected persons and describes four individuals within this group as case studies [ Figure 1 ]. The term of MM was first applied in 1879 by Earl Nemeyer. But the definition of MM as involuntary, synkinetic mirror reversals of an intended movement of opposite side was coined by Cohen et al., in 1991 . [3] Depending on the cause, MM is classified as physiologic ( in a normal infant there is tendency for movements of one limb to be accompanied by similar involuntary movement of opposite limb). This tends to disappear before ten years of age, coincident with myelinization of corpus callosum; and symptomatic or pathological MMs, which is associated with several neurologic conditions such as, agenesis of corpus callosum, basilar invagination of skull, spina bifida occulta Friedrich's ataxia, Kallmann's syndrome, Usher syndrome, phenylketonuria, congenital hemiparesis, diabetes insipidus, mental retardation, CNS insult (tumor, CVA, SAH, trauma), [4] schizophrenia, [5] Parkinson disease, [6] cerebral palsy, and obsessive compulsive disorder. [7] Familial MM which is characterized by predominant or exclusive movement of hands especially the fingers is normally seen during active movements and rarely during passive movements. The MM will have lesser amplitude than that of voluntary movement, and occasional asymmetry of response mirroring is more evident on one side than the other. The increase in the MM with effort is noticeable early in life and nonprogressive after childhood may be hereditary (often due to autosomal dominance) or sporadic.
The literature regarding this particular phenomenon does not recommend surgery or drug treatment for the soft sign form of MM; however, cases under study have learned to decrease their movements with some motor tricks. It does advocate that the person stricken with MM should learn to minimize such movements by applying some motor ploys.
The aim of this study was the identification and presentation of the rare form of this soft sign and with due regards to the genealogical tree of the family under study, it seems as if the transmitted form of the disease is autosomally dominant. 
Unilobar multiple cerebral hydatid cyst: A rare disease
Sir, A 22-year-old man presented with headache of one year duration. On examination, he had disdiadokokinesia of left side and bilateral papilledema. There were no signs of sensory abnormality/speech disturbances. CT scan of the head showed presence of multiloculated cystic mass in the left parietal lobe with midline shift of 15 mm toward right side suggestive of multiple hydatid cysts [ Figure 1 ].
His other systemic examinations and investigations for the associated primary or secondary hydatid disease were unremarkable.
The patient was planned for elective surgery but he became unconscious and developed signs of cerebellar herniation and hence emergency burr-hole was made and the lesion from parietal lobe was aspirated as a desperate measure. The aspirated material showed hydatid cyst membrane. Elective craniotomy was done once the patient became clinically stable (after 24 hours) using left parietal bone flap and the parenchyma over the cysts was gently retracted to expose them [ Figure 2 ]. There was no common ectocyst and all the cysts had separate ecto and endocysts. During surgery we found that, except for the one large cyst that had ruptured because of aspiration, all other cysts were intact. The cysts lay adjacent to each other and there was no common membrane indicating that all the cysts had developed as primary lesions and each of them had separate ecto and endocysts.
Six hydatid cysts were removed from the left parietal lobe parenchyma, taking care not to rupture the cysts, and the resultant cavity was washed for any residual membrane or cyst. 
